tion of ECs and SMCs. Moreover, EC and SMC migration was suppressed by an inhibitor of microtubule assembly, colchicine (10-8-10-5 M) or an inhibitor of microfilament polymerization, cytocharasin B (10-7-10-5M) dose-dependently. 12-HETE (10-15-10-7M;purchased from Hilran Biochemicals Ltd.) had no effect on the migration of SMCs and ECs.
Discussion
The present results suggest that cyclic nucleotides might mediate the migratory activity of ECs and SMCs and that the cytoskeletal system including microfilaments and microtubules would eventually be involved in the mechanisms of migration. However, no evidence was obtained to show the participation of Cat+-calmodulin system in the migration mechanism. 12-HETE was reported to stimulate the migration of rat aortic SMCs4). However, the effect of 12-HETE was not reproducible by the same methods and materials as the original (personal communication, I. Yamaguchi) or by our cell migration assay using fetal bovine aortic SMCs. 2) The present results suggest that cyclic nucleotides might mediate the migratory activity of the cells and that the cytoskeletal system including microfilaments and microtubules would be essential in the migration.
3) The participation of Ca2+-calmodulin system was not demonstrated in this study, although low concentration of extracellular Ca2+ was essential.
4) 12-HETE had no effect on the migration of endothelial and smooth muscle cells.
Key words:endothelial cell, smooth muscle cell, migration, cyclic nucleotides, calcium.
